finding is particularly interesting, as it opens up new ways of looking at the interaction of different adhesion molecules in regulating cell movements during gastrulation.
unclear. herens junctions in the absence or presence of integrin Distinct adhesive properties constitute a key feature signaling. of cells that undergo gastrulation movements, pointing es the molecular mechanisms by which integrin modto a central role of adhesion molecules in the regulation ulates C-cadherin activity, the function of C-cadherin of those movements (Winklbauer et al., 1996) . This noin regulating CE movements during gastrulation also tion is further supported by studies which demonstrate remains to be elucidated. Downregulation of cadherin that interfering with the function of various members of activity is required for activin-induced elongation of anithe integrin, (proto)cadherin, and syndecan families of mal cap tissue (Lee and Gumbiner, 1995) but has also adhesion molecules during gastrulation has profound been associated with the epithelial to mesenchymal effects on CE movements (Marsden and DeSimone, transition (EMT) of mesendodermal progenitor cells dur-2003, and the references therein). However, the precise ing early stages of gastrulation (Hay, 1995). As inactivacontribution of these adhesion molecules and, most imtion of C-cadherin leads to both involution and CE at the onset of gastrulation and that the defect observed They first show that fibronectin, through its integrin ␤1 in CE movements is due to an unbalanced adhesion receptor, is needed for mediolateral cell elongation and both within and between the different germ layers. intercalation underlying CE movements during Xenopus Interestingly, in an earlier paper, Marsden and Degastrulation (see also Figure 1 
